Acute myeloid leukemia (AML-M3) is associated with the translocation t(15;17)(q22;q12-21) which disrupts the retinoic acid receptor alpha (RARA) gene on chromosome 17 and the PML gene on chromosome 15. We report a two-year-old patient with AML-M3 without the usual translocation t(15;17). Cytogenetic studies demonstrated normal appearance of chromosome 15 while the abnormal 17 homologue was apparently a derivative 17, der(17) (17qter-cen-q21:), the rearrangement distinctly shows deletion at 17q21 band and the morphology corresponding to an iso chromosome i(17q-). This case report is a rare cytogenetic presentation of acute promyelocytic leukemia (APML).
Introduction
Acute promyelocytic leukemia (APML) is a subset of AML with characteristic clinical, morphological and genetic features. The disease is very rare in children below 10 years of age. Its incidence gradually increases, reaching a plateau during early adulthood, remaining constant until it diminishes after 60 years of age. [1] The identification of specific chromosomal abnormality plays an important role in determining therapy and prognosis in certain subtypes of AML. Data from the Pediatric Oncology Group have shown that inv(16) / t(16;16), t(8;21), and normal karyotypes are associated with favorable prognostic outcome, whereas poorer outcome was observed in t(15;17) (without all-trans retinoic acid (ATRA) treatment), 11q23, and other abnormalities. [2] AML is heterogeneous at the cytogenetic and molecular levels. Over the years, several specific recurrent chromosome aberrations have been described in AML, both unbalanced and balanced r e a r r a n g e m e n t s . [ 3 ] B a l a n c e d c h r o m o s o m e rearrangements are detected in approximately 25-30% of adults with de novo AML and have attracted a great deal of attention not only because their molecular dissection has led to identification of genes involved in leukemogenesis but also because specific translocations and inversions are associated with clinical features and treatment outcome of patients harboring them. [4] [5] [6] In this article, we discuss the case study of a two-yearold child with unbalanced chromosome aberrations involving chromosome 17 with a cytogenetically normal chromosome 15.
Case Report
Patient had a history of fever, general weakness and bleeding from the gums. On examination, his general condition was poor, with cervical and axillary lymph nodes. On systemic examination, he had hepatomegaly 2-3 cm, and splenomegaly 1-2 cm. At presentation, hemogram was Hb 69 g/l, total count of 52 × 10 9 /l and platelets 20 × 10 9 /l. Differential count showed neoplastic promyelocytes 80%, neutrophils 12%, lymphocytes 12%, Bone marrow aspiration showed hyper cellular marrow with sheets of neoplastic promyelocytes (70 %). development. [8] [9] [10] 
Access this article online

